Neuropsychiatric disorders (e.g., autism, schizophrenia) are partially characterized by social cognitive deficits, including impairments in the ability to perceive others' emotional states, which is an aspect of social cognition known as theory of mind (ToM). There is also evidence that inflammation may be implicated in the etiology of these disorders, but experimental data linking inflammation to deficits in social cognition is sparse. Thus, we examined whether exposure to an experimental inflammatory challenge led to changes in ToM. One hundred and fifteen (n = 115) healthy participants were randomly assigned to receive either endotoxin, which is an inflammatory challenge, or placebo. Participants completed a social cognition task, the Reading the Mind in the Eyes (RME) test, at baseline and at the peak of the inflammatory response for the endotoxin group. The RME test, a validated measure of ToM, evaluates how accurately participants can identify the emotional state of another person by looking only at their eyes. We found that endotoxin (vs. placebo) led to decreases in performance on the RME test from baseline to the peak of inflammatory response, indicating that acute inflammation can lead to decreases in the ability to accurately and reliably comprehend emotional information from others. Given that deficits in ToM are implicated in neuropsychiatric disorders, including those which may have an inflammatory basis, these results may have implications for understanding the links between inflammation, social cognition, and neuropsychiatric disorders.
Introduction
One of the most important aspects of human social interaction is the ability to infer others' mental states and emotions. Indeed, theory of mind (ToM)-defined as the capacity to attribute thoughts, desires, intentions, and beliefs to others (Premack and Woodruff, 1978) -is an aspect of social cognition which is essential for dealing with complex social relationships. This capacity was likely developed in order to allow primates, including humans, to adapt to the complexities that accompany living in organized social groups (Brüne, 2001; Brüne and Brüne-Cohrs, 2006) . Impairments or deficits in ToM are implicated in an array of neuropsychiatric disorders, including autism spectrum disorders and schizophrenia (Baron-Cohen et al., 1985; Brüne and Brüne-Cohrs, 2006; Couture et al., 2010; Frith and Corcoran, 1996; Sprong et al., 2007) . In fact, deficits in ToM have been hypothesized to underlie the core behavioral symptoms of autism (Baron-Cohen et al., 1985) , and social cognitive abilities such as ToM are more strongly related to functional outcomes (e.g., work functioning, living independently) than non-social cognition in individuals with schizophrenia (Fett et al., 2011) .
Recent research has also suggested that inflammation, including proinflammatory cytokines such as interleukin (IL)-6 and tumor necrosis factor (TNF)-a, may play a role in the pathophysiology of autism and schizophrenia (Fineberg and Ellman, 2013; Meyer et al., 2009 Meyer et al., , 2011 Michel et al., 2012; Onore et al., 2012; Patterson, 2009) . It has been hypothesized that prenatal exposure to infection, including the subsequent maternal proinflammatory response, can alter the development of the fetal brain (Fineberg and Ellman, 2013; Meyer et al., 2009 Meyer et al., , 2011 Michel et al., 2012; Onore et al., 2012; Patterson, 2009) . Indeed, elevated levels of maternal inflammatory markers during pregnancy are associated with increased risk for neuropsychiatric disorders such as schizophrenia and autism spectrum disorders (Brown et al., 2004 (Brown et al., , 2013 Buka et al., 2001; Canetta et al., 2014) , and animal work http://dx.doi.org/10.1016/j.bbi.2015.03.002 0889-1591/Ó 2015 Elsevier Inc. All rights reserved.
